In mammalian cells, activation of oncogenes usually triggers innate tumorsuppressing defense mechanisms including apoptosis and senescence, which are compromised by additional mutations before cancers are developed. The miR-17-92 gene cluster, a polycistron encoding 6 microRNAs (miRNAs), is frequently overexpressed in human cancers, and has been shown to promote several aspects of oncogenic transformation, including evasion of apoptosis. In the current study, we demonstrate a new role of miR-17-92 in inhibiting oncogenic ras-induced senescence. Further dissection of the miRNA components in this cluster reveals that the miR-17/miR-20a seed family accounts for this anti-senescence activity. miR-17 and miR-20a are both necessary and sufficient for conferring resistance to ras-induced senescence, by directly 
miR-17 and miR-20a are the miR-17-92 components that are both necessary and sufficient for mediating the abrogation of ras-induced p21 In contrast to p21 WAF1
